Lipid peroxidation in the liver of mice during development of granulomatous inflammation after combined infection with C. albicans and M. tuberculosis.
Activity of LPO in the liver of CBA mice during the development of granulomatous inflammation after combined infection with C. albicans and M. tuberculosis was evaluated by the levels of conjugated dienes, ketodienes, conjugated trienes, and products of interactions between intermediate LPO products and 2-TBA. The content of primary and secondary LPO products peaked on days 3 and 10 after infection by C. albicans, respectively. After M. tuberculosis infection, the maximum accumulation of TBA-active LPO products in the liver was noted on day 3, while the level of primary lipid peroxides virtually did not increase. The dynamics of primary and secondary LPO products in the liver during granulomatous inflammation development was similar to that during infection of mice with C. albicans alone. Hence, the development of granulomatous inflammation induced by C. albicans or M. tuberculosis or both these agents, was associated with increased LPO activity in the liver. The dynamics of primary and secondary LPO products depended on the infectious agent or combination of agents.